Severe pancreatitis may be associated with massive necrosis of the pancreas and/or retroperitoneal adipose tissue. Toxicity results from the dead tissue and secondary infection. A 45 year old patient, while fully immunosuppressed, developed this complication following cadaveric renal transplantation. He survived continued immunosuppression, 16 operative debridements of the retroperitoneum, and maintained a functioning renal transplant.
INTRODUCTION
Within the past decade, mortality rates from massive pancreatic and peripancreatic necrosis have been reported to be quite high as high as 50--100% in earlier series. The mortality rate today is falling, although many patients develop a complicated and near fatal course. Most of the necrotic retroperitoneal tissue is now recognized as being necrotic adipose tissue, although portions of the pancreas may sometimes undergo necrosis'2. The role of infection has been central to most discussions of management.
Acute pancreatitis is a well known complication of renal transplantation. The resultant mortality rates have been extremely high, even with pancreatitis of a mild or moderate degree of severity3-5.
As an indication of progress in the management of such patients, the following report reflects the advances currently underway. The On the 17th postoperative day, a repeat CT revealed progression of the peripancreatic necrosis with extension into the fat planes and soft tissues of the retroperitoneum (Figures la and lb). The renal function remained stable (creatinine 1.7 mg/dl) on an immunosuppressive regimen of intravenous cyclosporine (5.5 mg/kg) and methylprednisolone (35 mg/day). A Hickman central venous catheter was inserted on the 24th postoperative day to permit prolonged parenteral nutrition. The transplant incision continued to drain purulent fluid. On postoperative day 35, severe diarrhea developed secondary to C1. difficile. Tobramycin and Ceftazidime were discontinued, and metronidazole was started.
On the 38th postoperative day, spiking fevers recurred. Blood cultures demonstrated Pseudomonas. A repeat CT scan showed further extension of the inflammatory process into the retroperitoneum with the loss of the normal anatomical markings of the pancreas. Two fluid collections were identified, one 6.5 cm diameter and another 7.5 cm diameter were in or adjacent to the head and body, respectively. A CT-directed aspiration of peripancreatic fluid was performed.
Twenty millimeters of thick, chocolate-colored fluid was obtained. Cultures of this material were positive for Pseudomonas.
The patient continued to manifest fever and leukocytosis. Exploration via a bilateral subcostal incision was performed on the 39th post-transplant day and consisted of extensive peripancreatic necrosectomy ( Figure 2 ) and open drainage the peripancreatic abscess (Figure 3) resumed. Eighteen months after onset of the pancreatitis, ERCP revealed normal pancreatic and common bile ducts. His pancreatic endocrine and exocrine functions remain clinically stable three and a half years after the attack of pancreatitis.
DISCUSSION
Acute pancreatitis following renal transplantation was first described by Starzl in 19646'7 Since then, numerous reports have appeared. The 
